Introduction
During the latter half of the twentieth century, conceptual models of complex disorders such as reading disability (RD) and attention-deficit/hyperactivity disorder (ADHD) typically implicated linear causal pathways in which a single genetic or environmental risk factor led to a single neurocognitive deficit that provided a necessary and sufficient explanation of all of the symptoms of the disorder. Models that proposed a 1:1 relation between a specific etiology, a specific neuropsychological
